The patient was periodically reexamined up to Jan 1984. Fever and optic neuritis never recurred. After Jan 1983, the Sabin-Feldman test positivity decreased to 1:800 in serum. In Jan 1984, the electroretinogram was normal and pattern-reversal visual evoked responses were normal for the right eye (102 m/s) but delayed for the left eye (116 m/s). The cryo-preserved original sera were retested in May 1984 (J Andre, Institut Pasteur, Lyon), using the IgM-ELISA kit for T gondii (Labsystems, Helsinki). There was a slightly positive result for the first sample only. This immunocompetent boy suffered from an acute meningoencephalitis with bilateral optic neuritis. The diagnosis of T gondii infection was considered from the results of initial serodiagnostic tests performed twice at a two-week interval. The Sabin-Feldman test was highly positive in the serum when first performed and a single high titre of 1:32 000 or more is considered as diagnostic.2 The possibility of missing the ascending phase of the antibody production is well-known,6 and, in our case, the overt disease had been progressing for at least 5 weeks. The IgM-IFA test was negative, but antitoxoplasmic IgM production can disappear after the first weeks of the infection, especially in Table CSF and antitoxoplasmic antibody studies   Letters   Date of sample   20 Jan, 1982 5 Feb, 1982 26 Apr, 1982 26 Aug, 1982 26 Oct, 1983 13 Jan, 1984 Serum patients with a very active synthesis of specific IgG.' Negative results in the IgM-IFA test have also been attributed to steric competition from high levels of specific IgG' as in our case. This bias may be avoided by IgM-ELISA tests7 and, when the original sera of our patients were retested with the IgM-ELISA assay, we found slightly positive results for the first sample only (table) . Cultures from CSF were negative for T gondii, but they were made after the course of antibiotics. Diagnosis was confirmed by the close correlation between acute symptoms and high dye test titres, the clinical recovery obtained with corticoids and specific antibiotic therapy, and the sixfold decrease in dye test titres and the IgM-ELISA assay. A two-year follow-up did not afford an explanation other than toxoplasmosis for the initial symptoms and signs. The acquired nature of toxoplasmosis in this case seemed probable, in view of the clinico-serological correlations, lack of the classical features of congenital toxoplasmosis and positivity of IgM-ELISA test. Loss of vision in acquired toxoplasmosis is usually due to chorioretinitis or changes in the media of the eye, associated with inflammaton.' Only two cases of cerebral blindness with involvement of central visual pathways have been reported to date.' Optic neuritis is exceedingly rare. Single cases have been reported in association with overt ocular lesions. '-" We are aware of only three reports with normal ocular fundi.35 In Hogan's case 5,5 there was concurrent definite multiple sclerosis. In Wood's case 1,3 the dye test was positive at 1: 256 only, and there were no physical signs other than optic neuritis. In Wood's case 2,3 a classical picture of optic neuritis evolved in a 25-year-old patient with acute febrile illness, cervical enlarged glands and mononucleosis. Toxoplasmosis was diagnosed by a dye test positive at 1:1024 and complement fixation plus four. In the case of Rieger,4 chills, left acute optic neuritis, right eye upward paresis were observed in a 49-year-old patient. Dye test was positive at 1:64 and, three months later, at 1:1024. There was a canine source of infection. Such a low incidence of optic neuritis in acquired toxoplasmosis is probably due to the obligatory intracellular parasitism of T gondii, although the presence of the parasite in the optic nerve has been mentioned. ' It is important to consider acquired toxoplasmosis in the diagnosis of acute meningoencephalitis even in immunocompetent hosts. Acute optic neuritis is not an argument for discarding the diagnosis. Prompt confirmation of T gondii infection by laboratory investigations is critical for this potentially curable disease. C CONFAVREUX P GIRARD-MADOUX 
